The authors reply: To the Editor:
The letter by Drs. Pachter and Riles is correct in calling attention to an error in the Special Report. On the left hand side of page 426A, 4th paragraph, line 15, 182 (8.9%) should be substituted for 158 (7.7%); and on line 17, (6.1%) should be substituted for (5.6%).
From the data in the mul,tijnter trial, it is not evident, as the writers claim, that the patients with excessive blood loss and those with hematoma formation were entirely separate and therefore additive.' Support for the slightly increased risk of bleeding does not, however, rest primarily on the large trial already mentioned. In a review of five other trials of low-dose heparin in which specific attention was given to the measurement of blood loss during and after elective general surgery, there was no clinically significant difference in bleeding between the control and heparin treated groups and in no instance was a fatal bleeding episode ascribed to heparin.'
It is important to reiterate that the Special Report clearly states, in three separate sections, that there will be an increase in bleeding from low-dose heparin regimens. The Special Report emphasizes that patients considered for a low-dose heparin regimen should, prior to operation, be hemostatically competent. This term means that by history, physical examination and appropriate laboratory tests, the patient does not have a recognizable bleeding tendency. Particularly important in this assessment is abstinence from aspirin for five days prior to operation, since the combination of aspirin and low-dose heparin may lead to more bleeding in surgical patients than with either drug alone. Such a recommendation, it should be noted, has not been included in the published trials of low-dose heparin among surgical patients. EDWARD 
Stress Testing and the ST Segment
To the Editor: The article by Kansal and colleagues' on stress testing with STsegment depression at rest is a welcome contribution to the field of exercise electrocardiography, particularly as it correlates the ECG changes with coronary angiographic findings in this selected group of patients. However, we are at variance with the authors in relation to the conclusions reached concerning the patients which they have excluded, namely those with LVH, intraventricular conduction defects, and digitalis effect. The omission of the systolic click mur-mur syndrome (SCMS) from their excluded group warrants comment.
Resting ST-T changes are frequently encountered in patients with SCMS, and such changes may be accentuated on effort. Significant ST depression of 1 mm or more has been produced by submaximal or maximal exercise testing in t.en to sixty percent of prolapse patients with a history of chest pain,' thus yielding false positive results. When one considers the high prevalence of the SCMS in the population at large with the associated changes in repolarization, the authors' omission of these cases becomes even more significant. Furthermore, we are convinced that the ST-T changes in the SCMS are noncoronary in nature' and as such should have been taken into account along with the other conditions which give rise to nonischemic ST-T changes. EDWARD G. ABINADER, M.B.
Rothschild University Hospital
Haifa, Israel
We appreciate the comments of Dr. Abinader concerning increased understanding of the exercise electrocardiographic response. In particular we welcome his contribution to better interpretation of the manifestations of Barlow's (click-murmur) syndrome. But we are sorry that in writing that he disagrees with our exclusion of patients with LVH, intraventricular conduction defect, etc., he indicates that he misunderstood the thrust of our report. He and we are well aware that these conditions (and also Barlow's syndrome) cause exertional ST-segment displacement which may not be due to coronary atherosclerosis. The purpose of our study was to identify additional patients whose exercise ST-segment displacement may correctly be attributed to coronary artery disease. We feel that we have succeeded in doing this, since in the group of patients we defined, an additional 0.1 mV of ST depression in Wilson lead V, corresponded with significant coronary artery disease in 92%. By Dr. Abinader's own evidence the reliability of exercise ST depression as an index of coronary disease would have been degraded if any known sources of false positive results (such as Barlow's syndrome) had been included.
Much remains to be learned about electrocardiographic responses to stress, and progress in this field is aided by further investigation into the means by which specific disease entities may be identified in spite of recognizable confounding variables. The authors reply. To the Editor:
Dr. Hollander and his associates undoubtedly demonstrated that intravenous hydralazine produces beneficial hemodynamic effects in hypertensive patients with evidence of congestive heart failure and I apologize for our oversight. The purpose of our study, however, was to evaluate the hemodynamic effects of long-term use of oral hydralazine in normotensive patients with chronic refractory heart failurea different subset of patients than these studies by Dr.
Hollander and his associates.
KANU CHATTERJEE, M.D.
University of California
San Francisco, California 94143
Mitral Valve Prolapse and Coronary Artery Spasm
To the Editor: A recent article by Chesler et al. 1 (54: 203, 1976 ) postulated that spasm of normal coronary arteries was responsible for acute myocardial infarction in four cases with the billowing mitral leaflet syndrome. They postulated also2 that the spasm was a reflex response to the prolapsing mitral leaflet.
Recently, we have studied a fifty-five-year-old lady who was admitted because of prolonged episodes of chest pain, to rule out coronary artery disease. Cardiac catheterization and cineangiography demonstrated normal intracardiac pressures but a definite prolapse of the posterior leaflet of the mitral valve ( fig. 1 ). Selective coronary arteriography revealed normal left system, spasm of a prolonged segment of the right coronary artery proximally ( fig. 2 ) which resolved in subsequent injections ( fig. 3 ). Echocardiography showed prolapse pattern of the posterior mitral valve leaflet. Midsystolic click and late systolic murmur were present on physical examination.
Although our case did not have documented acute myocardial infarction, it adds some information to the theory suggested by Although it is possible that the presence of mitral valve prolapse and coronary artery spasm was coincidental, we think that the case we studied adds some evidence to Chesler's theory and we agree that this hypothesis warrants further examination. MAHIR AWDEH, M.D.
D. E. GHOLSTON, M.D.
Texas Tech School of Medicine Amarillo, Texas
